LEUKAEMIA IN CATS is caused by a virus transmitted from mother to foetus (Jarrett et al., 1973; Rogerson et al., 1975; Hardy et al., 1976; Parker et al., 1978) and the similarities of human and feline disease are sufficient to warrant a search for similar mechanisms in man. Recent theoretical investigations of the pattern of transmission of rubella, and of the epidemiology of congenital rubella syndrome (CRS) have suggested a way in which the possibility might be tested (Knox, 1980) .
The modern epidemiology of CRS, like that of poliomyelitis, seems to have developed as one of the paradoxical effects of improved hygiene. Infection avoided in early childhood results in an increased proportion of susceptible pregnant women and to an increased incidence of CRS. Gregg's discovery (1941) may have been less a first observation than the observation of a first epidemic.
The historical development of childhood leukaemia displays analogous features, and the peak in the age range at 2-4 years is a new phenomenon, both in this and in other countries (Hewitt, 1955) . In the U.S.A. it appeared in white children before it appeared in black.
It is not suggested that the epidemiological mechanisms of feline leukaemia and CRS are the same, nor that human leukaemia might exactly resemble either. However, these examples between them suggested both a general mechanism which ought to be explored, and a means of doing so.
The relationship between the transmission rate of rubella in a population and the incidence of CRS has been examined mathematically (Knox, 1980) . The dependence of incidence upon transmission rate is complex. High transmission rates are associated with a virtual absence of susceptible adults and CRS, and a progressive reduction in transmission results, initially, in a very slow rise in incidence. As the transmission rate diminishes further, however, the numbers of susceptible adults increase and the incidence rises more rapidly and, eventually, quite abruptly. At one stage, a halving of the virus transmission rate produces a 6-fold increase in the incidence of CRS. Our present position, so far as CRS is concerned, is part-way up this steep slope, and on current trends the incidence will continue to rise. Only with much greater reductions in the transmission rate will the incidence of CRS begin to fall.
Changes of these kinds do not occur evenly in all strata of the population, and those strata with the best hygiene will encounter the abrupt rise first. That is, the period of increasing incidence will be characterized by preferential occurrence in the more favoured socio-economic and racial groups. It is therefore of interest that such features have been demonstrated in the families of children with leukaemia (Hewitt, 1955) .
There is one other important basis of population stratification, so far uninvestigated, which provides the foundation for the present investigation. It hinges upon the question of parental sibship size. The risk of several infectious diseases of early childhood is so closely dependent upon the presence of older brothers and sisters in the household (Lowe & McKeown 1974 carried out separately for 3 age-at-onset groups. In addition, recorded episodes of infectious diseases in the mothers of cases and controls were assembled and compared. Table I gives distributions of sibship sizes for mothers, control mothers, fathers and control fathers, in the leukaemia and solid-cancer groups. Table II displays distributions of differences between casecontrol pairs, and separates the distributions according to age at onset.
It is clear that the differences are the inverse of those expected on the basis of a CRS analogy. Leukaemia and cancer cases had an average of 8 14 aunts and uncles, compared with 7-75 for their controls. The differences were evenly distributed between leukaemias and cancers and between maternal and paternal sibships. The differences were greater for children with later ages of onset than for younger children.
The frequencies with which pre-pregnancy measles, whooping cough and chicken pox were remembered and recorded are given in Table III 
